the patients into three groups: (1) 14 patients with progressive renal failure; (2) four patients admitted with good renal function but who developed renal failure while in hospital (their renal failure was identical with that in group 1, and in none could a cause be found); and (3) seven patients whose good renal function was maintained.
Necropsy of the 13 patients-10-with renal failure-for whom it was permitted showed normal kidney histology. Liver function tests showed no appreciable differences between patients with renal failure and those without (table). In group 2 the development of renal failure was not accompanied by a worsening liver function.
Only one patient in group 1 had a positive response to diuretic treatment, whereas all of group 2 had a good response initially, but the development of renal failure was followed by a fall of diuresis and natriuresis. Response was excellent in group 3, ascites being lost in all cases. All the patients with renal failure died in hospital (mean survival time 14 5 days), whereas those without renal failure were discharged without ascites and survived for a mean of 173 days (P<0 001).
Discussion
Renal failure is a recognized complication of liver disease.2 In 1965, Vesin et al. described two patients with cirrhosis of the liver, ascites, and P.L.C.C. with functional renal failure. In our series the incidence of renal failure in P.L.C.C. was 72%, and like cirrhosis and fulminant hepatic failure it carried a poor prognosis. All our patients with renal failure died within 45 days of admission, whereas those without renal failure had a mean survival of six months.
Histologically the kidneys of 10 patients who died with renal failure showed no abnormalities. In all patients with renal failure the urinary sodium concentration was low and the urinary urea concentration and urine:plasma osmolality ratio were relatively high. This suggests that renal tubular function was preserved and that renal failure was functional.4 Twenty-four of the patients had cirrhosis, so it could be argued that renal failure was related exclusively to cirrhosis. But the incidence of renal failure was much higher than that reported by Bosch (17 7%),5 suggesting that P.L.C.C. was an important factor.
Ascites in patients with cirrhosis and P.L.C.C. is classically considered to be refractory to diuretics. Nearly a third of our patients had a diuretic response, apparently related exclusively to the degree of renal impairment. The seven patients with good renal function lost ascites, two of them with such simple treatment as bed rest and a lowsalt diet. Peptic ulcers are usually attributed to either an increase in acid attack or a decrease in mucosal defence.' Duodenal ulcers are characteristically single, discrete, and situated in the middle of the anterior or posterior bulbar wall close to the pylorus.' No constant anatomical features have been identified that would determine the usual sites of ulcer. Animal experiments have indicated that the location of postpyloric peptic ulcers is determined by the jet of acid and gastric contents emerging through the pylorus.3 If this is so for humans the usual site of ulceration should lie in the path of the jet emerging through the pylorus. It should also be possible to show that duodenal ulcers or scars lie directly in the path of such a jet.
Methods and Results
The duodenal bulbar wall was inspected in 200 patients through the pylorus at routine upper gastrointestinal endoscopy. The tip of an end-viewing fibreoptic gastroduodenoscope was manoeuvred close to, and squarely facing, the pylorus. The duodenal wall could be seen through the pylorus. The instrument was then carefully withdrawn, avoiding rotation, while keeping the pylorus centred in the field-of-view to maintain the tip of the instrument as near as possible in the axis of the gastric lumen. Withdrawal was continued until the gastric angulus could be identified providing a point 
